Prevalence of Metabolic Syndrome in Patients with Lichen Planus: A Cross-Sectional Study from a Tertiary Care Center
Sir, I read with interest the outstanding study by Hashba et al. [1] published in the September-October 2018 issue of the Indian Dermatol Online J. Hashba et al. [1] employed the modified National Cholesterol Education Program Adult Treatment Panel III (ATPIII criteria) to estimate the prevalence of metabolic syndrome (MS) in Indian patients with lichen planus (LP). They found that the MS prevalence was 35.7% in patients with LP and the average duration of LP was higher in patients with MS. There was a higher prevalence of central obesity, increased fasting blood sugar, and low high-density lipoprotein cholesterol in patients with LP.I presume that these results ought to be cautiously interpreted. The authors mentioned a few limitations that might cast some suspicions on the precision of the study results. These included the following: a cross-sectional study; not assessing the directionality of the association between MS and LP; lack of controls; and small sample size. [1] I presume that the following methodological limitation related to the MS definition criteria employed in the study could be additionally relevant. The impact of this limitation could be explained in two aspects. On one hand, there are many definition criteria for MS. These include the following: ATPIII; the International Diabetes Federation (IDF); and the American Heart Association (AHA). Evaluation of these three criteria showed that the MS prevalence was significantly estimated greater on employing the AHA and IDF as compared to the ATPIII definition and that AHA and IDF definitions were found more sensitive than that of ATPIII in diagnosing MS. [2] On the other hand, the modified ATPIII criteria employed in the study by Hashba et al. is old dated back to 2005 and it is no more worthy. [3] To my knowledge, the new diagnostic MS criteria in Indian population have been launched in 2016 to be employed in the researches and clinical settings. [4] I wonder why Hashba et al. [1] did not refer to Indian-specific MS criteria in their study instead of ATPIII definition criteria. I presume that employing national MS criteria could yield more precise results. Despite the aforementioned limitations, the increased vulnerability of patients with LP to have MS necessitates implementing timely interventions to lessen the future risk of cardiovascular events.
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Non-Pigmented Fixed Drug Eruption Caused by Ibuprofen
A 71 year old female presented to the outpatient dermatology department with complaints of erythematous skin lesions associated with burning sensation and itching over body for past 7 days. She revealed that she took ibuprofen for fever 5 days ago. She recalled having two previous episodes of similar lesions at same sites; first episode 5 years back following intake of quinolones, and second episode 3 years back after intake of ibuprofen. There was no history of edema, breathing difficulty, dizziness or any food allergy. She is a diabetic and hypertensive for last 10 years on regular medications with no change in recent past. Cutaneous examination revealed well defined, discrete, erythematous plaques over abdomen, back, buttocks, lower and upper limbs [ Figure 1a and b]. At follow up visit 15 days after onset, the lesions eventually healed with no pigmentation [ Figure 2a and b]. The causality assessment as per the World Health Organization-Uppsala Monitoring Centre scale, Naranjo ADR probability scale and Hartwig scale were possible, probable (score of 7) and moderate respectively. Patient did not consent for skin biopsy even after repeated counselling. Due to fear of recurrence of the reaction, patient did not consent for oral provocation test also. She was handed a list of possible drugs causing fixed drug reaction and was advised to strictly avoid these drugs in future or to take it under observation and monitoring if necessary.
Cutaneous adverse drug reactions (CADRs) are seen in about 1-2% cases. [1] Fixed drug eruption (FDE) is responsible for about 10% of all CADRs. The term FDE was first introduced by Brocq in 1894. [2] It is a delayed type of hypersensitivity reaction in which lesions recur at the same skin site due to repeated intake of an offending drug. They occur 30 minutes to 8 hours after drug administration. FDE has multiple variants, including generalized, linear, bullous, urticarial, pigmenting, nonpigmenting, wandering, eczematous, psoriasiform, erythema dyschromicum perstans like, vulvitis and oral. [3] Normally, when the acute phase resolves, it usually leaves behind residual pigmentation that becomes more prominent after each recurrence. However, in non-pigmented fixed drug eruption (NPFDE), no such pigmentary change occurs. The site of the drug hypersensitivity response in NPFDE is hypothesized to be dermal. Pseudoephedrine has been reported to be the most common drug causing NPFDE.
The patho-mechanism of FDE is not well understood. It has been postulated that it is a delayed Type IVc hypersensitivity reaction mediated by CD8+ T cells. ICAM 1 expression has been found in lesional skin, suggesting that it provides a localized initiating stimulus for the activation of disease associated epidermal T cells. These CD 8 T cells that are present in the basal layer of resting lesions on activation causes tissue injury by rapidly producing large amount of IFN-gamma. A genetic susceptibility to develop a FDE with an increased incidence of human leukocyte antigen-B22 has also been documented. [1] Abramowitz and Noun first proposed the concept of NPFDE in 1937. [4] Fifty years later, Shelly and Shelly
